The recently published paper entitled "Genetic and adverse health outcome associations with treatment resistant hypertension in GenHAT" by Lynch et al. [1] evaluated the association between 78 candidate gene polymorphisms and treatment resistant hypertension (TRH). Interestingly, the main finding was the association of two genetic variants in the angiotensinogen (AGT) gene, the M allele of rs699 and the G allele of rs5051, and TRH in white but not in AfricanAmerican subjects. Previous Brazilian studies [2, 3] found the association with this SNP but at an opposite direction; carriers of the AGT M235T T allele, not Met allele, were at increased risk for resistant hypertension. The divergence among those studies might be explained by the differences between the genetic structure of the studied populations. The high degree of miscegenation among Brazilians, including Africans, Europeans, and Ameridian ancestral roots, is well known [4, 5] . Admixed populations have a distinct pattern of linkage disequilibrium that affects haplotype blocks and might explain those apparent divergent findings. Also, it is important to note that AGT M235T polymorphism reported in those studies might not be the causal variant, and the causation cannot be drawn. Moreover, the present clinical study showed evidence of a significant interaction by race in the association of AGT M235T rs699 with TRH, the Met allele being less frequent among African-American than white participants, highlighting the importance of the race in resistant hypertension susceptibility. Undoubtedly, the present study has great contribution in the genetic background of resistant hypertension and contributes to improvement of the knowledge in such condition.
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